A 57-year-old male presented with recurrent falls, bilateral lower-limb paresthesia, and severe neck pain. Imaging revealed a mass compressing his spinal cord. He was admitted for further workup for spinal cord compression. Within 24 hours of admission, he developed upper-extremity weakness while maintaining lower-extremity function. He underwent urgent decompression of his spinal cord. During exposure, a white, creamy odorless substance was noted. This same substance was found under pressure within the spinal canal. The mass was grossly removed, and the patient's weakness improved postoperatively. Based on the clinical picture, intraoperative presentation, and final histological examination, idiopathic tumoral calcinosis-like lesion was considered as the most appropriate diagnosis. degenerative joint disease. He had undergone an arthrodesis of C1-2 with associated decompression of the greater occipital nerve 5 years earlier. The patient, an ex-smoker, also had a history of alcohol abuse. There was no significant family history to note.
T umoral calcinosis (TC) is a rare hereditary, nonneoplastic condition that commonly presents with painless, focal, and/or multifocal periarticular soft tissue calcification. 15 Given the rarity of TC, much of its pathophysiology is still obscured. 15 Nonetheless, it is well documented in the literature that TC presents as a softtissue lesion with well-demarcated lobulated calcifications commonly located around the extensor surface of large joints. 15 However, a number of cases present with TC-like lesions but do not fit the rest of the TC clinical picture. 9 Unfortunately, these lesions have been inaccurately described as TC lesions, causing confusion and uncertainty among many clinicians. A TC-like lesion of the cervical spine in adults is extremely rare, and only 10 cases have been reported in the literature. 1, 2, 6, 7, [10] [11] [12] 16, [18] [19] [20] We describe the unique presentation of a TC-like lesion localized in the cervical spine causing progressive acute central cord syndrome.
Case report

History and Examination
A 57-year-old male presented to the emergency department with recurrent falls. Three days earlier, he had fallen while walking on the street. There was no loss of consciousness or head trauma, and no serious injury was sustained. Over the next 2 days while at home, he fell twice while trying to stand up from a sitting position. At that time, he was also experiencing bilateral paresthesia from the waist, down the legs as well as noticeable bilateral leg weakness that caused him to fall when he stood up. He also complained of weakness in the upper extremities more on the right side than the left and localized pain at the back of the neck. His symptoms had gradually progressed over the last 3 days, and on presentation they were constant.
His medical history included seizures, hepatitis C, cirrhosis, idiopathic thrombocytopenic purpura, anxiety, essential hypertension, and total knee replacement due to abbreviatioNs MRC = Medical Research Council; TC = tumoral calcinosis. On initial physical examination, the patient exhibited a broad-based gait and an inability to walk steadily. Romberg test was negative, and both the muscle power of the upper and lower extremities were Medical Research Council (MRC) Grade 5 out of 5. The rest of the physical examination was unremarkable.
Within 24 hours of admission, the patient's condition deteriorated, and he developed upper-extremity weakness greater on the right side while maintaining lower-extremity function. He was unable to extend his right fingers (0/5), his wrist flexion was 2/5, wrist extension was 4/5, triceps was 4/5, right grip was 2/5, and shoulder abduction and elbow flexion were 4/5.
Initial studies including blood tests, electrocardiography, and head CT were all unremarkable. Magnetic resonance imaging of the cervical spine showed a posterior epidural mass extending from C-6 to T-1 and causing severe spinal canal stenosis and cord compression (Fig. 1) . Computed tomography showed calcification within the mass. The patient was admitted for further investigations. Given the patient's history, physical examination, laboratory test results, and imaging studies, the differential diagnosis included primary malignancy (for example, osteosarcoma), metastasis, TC, dystrophic calcinosis, and old calcified hematoma. Because of the patient's progressive weakness, he underwent emergency posterior decompression of his cervical spine.
Operation
He was placed prone, and a posterior cervical thoracic incision was made, exposing the posterior elements. The fascia was opened parallel to the skin incision, and a thick, milky odorless substance was encountered. Gram stain was negative. Histological examination of the encountered substance showed fragments of a fibrous-walled pseudocyst containing abundant, amorphous, finely granular calcification consistent with TC of the spine (Fig. 2) . A hemilaminectomy on the left side was performed using a high-speed diamond-tipped matchstick bur; the laminae of C-6, C-7, and T-1 were burred away. During the burring, more of the thick milky substance was encountered and was evacuated. In addition, a pasty white substance along the epidural space was found and also removed. Further dissection toward the dura mater was performed. A pseudomembrane around the dura was encountered and removed using Stevens scissors. Intraoperative neuromonitoring improved with regard to lower-extremity function on the right side. Following decompression of the spinal cord at C-6, C-7, and T-1, the wound was irrigated and closed in layers over a drain.
Postoperative Course
The patient's postoperative course was uneventful. He underwent physical therapy to improve his muscular strength. One month after surgery, muscular strength in his extremities returned to normal (MRC Grade 5/5). Neurological sensations in both upper and lower extremities were intact. There was still residual tenderness along the upper thoracic spine and lower third cervical spine with prominent spinous processes. One-month postoperative CT of the spine showed a residual calcinosis at C5-6, which was aspirated under local anesthesia. The patient made a full recovery after 6 months from the date of surgery, and 1-year postoperative CT scanning ( Fig. 1D-E) showed resolution of the calcified mass.
The patient underwent further laboratory testing to determine the cause of his spinal calcinosis lesion (Table 1) . His calcium and phosphate levels were within the normal range. His renal function was normal. The parathyroid hormone, 1,25-dihydroxyvitamin D, and fibroblast growth factor were also normal. Connective tissue diseases autoantibodies, including anti-nuclear antibody, anti-double stranded DNA, anti-RO, anti-LA, anti-SM, and anti-RNP, were all negative. Considering the clinical presentation, imaging results, histological studies, and laboratory findings, idiopathic TC-like lesion was considered the most appropriate diagnosis.
Discussion
The term "tumoral calcinosis" was introduced in 1943 by Inclan et al., who described 3 patients with large juxta-articular lobular calcified masses without visceral or skin calcifications. 4 They differentiated TC from the dystrophic and metabolic calcifications by characterizing its metabolic features. Since then, many studies have reported similar lesions that met the description by Inclan et al. 3, 8 In the mid-1960s, literature reviews established that TC mainly presents in the 1st and 2nd decades of life, commonly affecting males of African descent. Patients frequently have a positive family history and multiple TCs affecting multiple joints, with a high recurrence rate after excision. Despite this clear characterization of the disease, its name has been broadly and imprecisely used to describe many clinical and/or pathological features similar to those of TC.
In 1996, Smack et al. reviewed 122 TC cases and proposed a new classification system that divided TCs into 2 types: primary and secondary. 17 Two subtypes of the primary type exist, a hyperphosphatemic and a normophosphatemic primary TC. The secondary TC is associated with underlying pathology such as chronic renal failure.
Later, Olsen and Chew found that this classification lacks practicality from the clinician's point of view 15 since radiologists are the first to report the character of this lesion and since serum phosphate levels are rarely measured at the time of imaging. In addition, a normal serum phosphate level should raise suspicion that there is probably an underlying connective tissue disease causing a dystrophic lesion. Therefore, Olsen and Chew proposed using the term "tumoral calcinosis" strictly in reference to a disease caused by a hereditary metabolic dysfunction of phosphate regulation associated with massive periarticular calcinosis.
However, a significant number of cases resemble TC histologically and/or radiologically but do not fit the rest of the TC clinical picture, thus posing a pertinent diagnostic dilemma to both pathologists and clinicians. 9 Unlike conventional TC, these "TC-like" cases usually present in uncommon sites such as the spine or small joints of the hand and tend to be nonrecurrent solitary lesions in patients who present after the 2nd decade of life with no family history of TC. In the current report we described a rather exceptional presentation of a TC-like lesion in terms of its anatomical location, classification, and acute presentation.
Our initial working differential diagnosis, based on the imaging findings along with the clinical picture, consisted of heterotopic ossification versus TC-like lesion. The lack of a T2 hyperintense signal within the markedly flattened cord favored a chronic process, and there was no enhancement associated with this heterotopic ossification. Given the presence of the very similar abnormality around the right C5-6 facet joint well outside the spinal canal, less likely differential considerations included dystrophic calcification within an old epidural hemorrhage or calcified meningioma.
The intraoperative findings along with the histological studies were suggestive of a TC-like lesion. An effort was made to identify a plausible etiology behind our patient's presentation. After taking a detailed medical history, performing a thorough examination, and reviewing the patient's serum biochemical profile, we identified no potential etiology. The more disease-specific investigations such as vitamin D (VITD-T25OH), anti-nuclear antibody (ANA), anti-double stranded DNA (anti-dsDNA), anti-RO, anti-LA, anti-SM, and anti-RNP antibodies were all negative. Considering the late onset of our patient's TClike lesion, its anatomical location, the lack of a family history and plausible underlying condition, we considered an idiopathic TC-like lesion as the appropriate diagnosis.
A literature search of PubMed revealed 13 comparable case reports on TC or TC-like lesion localized to the cervical spine. 1, 2, [5] [6] [7] [10] [11] [12] [13] [14] 16, [18] [19] [20] Of those, 3 were pediatric cases (Supplementary Table 1 ) and 10 were adult cases ( Tables  2 and 3) . Interestingly, one report of TC described a case almost identical to ours in a 54-year-old male with intraspinal TC of the cervical spine who had presented with subacute (2 weeks) progressive weakness.
12 However, our case is unique in that there was an acute (3 days) and severe neurological deterioration.
Conclusions
In summary, we described the case of a patient with acute presentation of an idiopathic TC-like lesion of the lower cervical spine with severe spinal cord compression. The cause of the lesion remained unclear. After surgical removal of the mass and multilevel laminectomies, the patient's neurological course notably improved and no recurrences were observed at the 1-year follow-up. Spinal decompression was necessary to prevent neurological worsening and was deemed successful. 
